Normal, scarred, and dystrophic corneas were histochemically probed with a panel of 16 lectins by means of an avidin-biotin revealing system. Normal corneal epithelial cells, keratocytes, and endothelial cells expressed at least two distinct N-linked oligosaccharide subsets, of the non-bisected, biantennary and bisected, bi-/triantennary types. Corneal scars stained variably with the lectin subsets described above, and with Maclura pomifera agglutinin. Lattice dystrophy corneas showed a loss of the oligosaccharide expression observed on the plasma membranes of normal epithelial cells, and there was concurrent deposition of extracellular glycoprotein within the corneal stroma, which was of the same oligosaccharide subsets as were lost from the epithelial cell plasma membranes. This extracellular stromal glycoprotein was far more widely deposited than the amyloid and extended well beyond the stromal scarring. We propose that these observations are related and that in lattice corneal dystrophy a glycoprotein(s) is shed from the plasma membranes of epithelial cells and sequestrated within the corneal stroma, where it subsequently stimulates amyloid deposition.
Lattice corneal dystrophy type 1 is an autosomal dominant condition' causing progressive bilateral corneal opacities typified by lattice lines. Histologically the lattice lines have the staining characteristics of amlyoid.' Previous studies, including studies in lectin histochemistry, have demonstrated 'abnormal' extracellular material within the corneal stroma apart from the amyloid,34 while electron microscopic techniques have identified a similar 'abnormal' material between and beneath the basal epithelial cells. 35 However, the relationship between this material, the amyloid deposits, and underlying cellular mechanisms has not been clearly defined.
As lectins are known to bind to the extracellular deposits of lattice corneal dystrophy, including the amyloid,4 and they have an affinity for cellular oligosaccharides, a panel of lectins was used histochemically to probe corneas with this condition. Normal corneas were examined, as their binding to the lectins used in this study was previously only partially defined.67 A pathological sequel of lattice corneal dystrophy is scarring. We therefore examined corneas with scarring arising from a variety of other causes (Fig  1) , except con A, which also stained the nuclear envelope strongly and produced weak diffuse staining of the cytoplasm (Fig 2) . The 
